food and spent much time in the kitchen and larder, where her husband later discovered extensive stocks of foodstuffs, some of them many years old. She had weighed less than 32 kg for 30 years. Despite her emaciation she was an energetic person, losing little time from her clerical job. Ten days before admission she fell, twisting an ankle. She continued to go to work but complained of nausea and ate virtually nothing. On the morning of admission her husband found her unconscious.
Examination revealed a wasted (22.5 kg) woman, profoundly unconscious, in a decerebrate posture with bilateral upgoing plantar responses. Blood glucose was less than 1 mmol/l and she regained full consciousness within a few seconds of intravenous administration of dextrose. She insisted she was hungry and would eat but, in fact, found excuses to reject the food offered to her. She lapsed into hypoglycaemic coma at 7,am the following day. Her blood glucose was 1.2 mmol/l and she was again resuscitated with intravenous glucose.
Other test results were as follows: Hb 12.0 g/dl; WBC 5.8 x 109/l; ESR 8 mm in first hour; urea 14.8 mmol/l; Na 137, K 4.1 mmol/l; albumin 24 g/l. Chest X-ray showed ill-defined shadows in both upper lobes with miliary mottling elsewhere in the lungs. Gastric lavage yielded acid-fast bacilli. Anti-tuberculous therapy and feeding via nasogastric tube were started but she died 9 days after admission. Hypoglycaemia did not recur once she was having regular feeds.
Autopsy showed miliary tuberculosis of the lungs confirmed histologically by the presence of acid-fast bacilli. Histology also showed tubercles within the liver. The pituitary and adrenal glands were normal. The pancreas was sectioned at 0.5 cm intervals and no insulinoma was found.
Case 2: A 27-year-old female radiographer was brought to hospital unconscious, but rapidly regained consciousness following intravenous administration of glucose.
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Previous medical history was unremarkable. Menarche had occurred at the age of 13 years; menstruation was normal until age 23, at which time her periods became lighter and then stopped. She had trained as a radiographer and worked in hospitals in London and also in Canada. During the three years before admission she lived in a girls' hostel where she was assistant administrator. Her colleague housekeeper observed that for many months the patient appeared to have survived on numerous cups of black coffee daily, with little else. A stock of five different brands of laxative was found in the patient's room, but no oral hypoglycaemic agents and no insulin or syringes.
Examination revealed a grossly emaciated woman, 1.64 m tall, weighing 26.5 kg. Lanugo hair was prominent. Initial blood sugar was 1.0 mmol/l; Hb 14.4 g/dl; WBC 6.1 x 109/1, normal differential; urea 21 mmol/l; Na 142, K 2.4 mmol/l; albumin 20 g/l. ECG showed sinus rhythm at a rate of 40/min.
Initially it proved almost impossible to induce her to eat enough to prevent hypoglycaemia from redeveloping, and treatment of symptomatic hypoglycaemia was still being administered 3 days after admission. She finally took food properly when sedated with chlorpromazine, and thereafter did not experience further hypoglycaemia.
Management was complicated by the development of a Staph. aureus septicaemia arising from a sacral bed-sore. Localization of sepsis unfortunately resulted in loss of vision in the right eye.
She was hospitalized for a total of 5' months, at which time she was discharged weighing 41.2 kg. She is followed at an 'anorexia nervosa clinic' where she continues to be a management problem. Menstruation was re-established with weight gain, but periods of amenorrhoea tend to occur when she loses weight.
Discussion
There is no real doubt about the diagnosis of anorexia nervosa in these patients, both of whom demonstrated characteristic behaviour patterns. Although Case 1 had disseminated tuberculosis, she had for many years been grossly underweight and the spread of tuberculosis must have been a result of her malnutrition rather than its cause. Over the years her obsession with food, the devices employed to avoid eating it and her liveliness despite her emaciation are all characteristic. Her behaviour on the ward was also typical: she expressed great interest in the next meal and a determination to eat, followed by excuses once the food arrived. Case 2 has been closely followed by psychiatrists since her initial presentation and her condition has pursued the expected difficult course. The abuse of laxatives is common in anorexics and was presumably responsible for her hypokalaemia at presentation.
In neither case was a cause of hypoglycaemia other than starvation apparent. Autopsy of the first patient failed to reveal any signs of pancreatic islet cell tumour or pituitary or adrenal disease. Once the second patient started to eat, hypoglycaemia did not recur and she ultimately returned to full health, thus excluding islet cell or other tumour and hypopituitarism or hypoadrenalism. Her profession might have allowed access to hypoglycaemic drugs, but there was no evidence to suggest that she used any drug to induce hypoglycaemia either in the presenting episode or subsequently as an inpatient.
Symptomatic hypoglycaemia is well recognized in starvation, and 'anorexia nervosa' is found in juxtaposition with 'starvation' on lists of causes of fasting hypoglycaemia (Marks 1976) . It is therefore strange that we have been unable to unearth any published descriptions of hypoglycaemic coma in anorexia nervosa. Indeed, the two cases we describe are referred to in a monograph on hypoglycaemia as being the only ones with severe neuroglycopenia known to the authors (Marks & Rose 1981) . Bliss & Branch (1960) measured blood sugar in 5 cases of anorexia nervosa and found values between 2.6 and 4.6 mmol/l, while Bartels (1946) found only one of 7 cases to have a fasting blood sugar (3.1 mmol/l) below 3.9 mmol/l. One patient previously reported (Bruckner et al. 1938 ) did have a fasting blood sugar as low as 1.4mmol/I but she, in common with the other cases, had no symptoms of hypoglycaemia.
The dearth of accounts of hypoglycaemia in anorexia nervosa is surprising in that this complication of starvation is well described. Hypoglycaemia in malnourished children is reported in several publications (Kerpel-Fromius & Kaiser 1967 , Wharton 1970 , Kerr et al. 1973 , Ifekwunigwe 1975 . It is a poor prognostic feature but many children have been saved by intravenous glucose (Kerpel-Fromius & Kaiser 1967 , Ifekwunigwe 1975 . A period of fasting of only a few hours in a malnourished subject can precipitate severe hypoglycaemia (Kerr et al. 1973 , Kahn & Wayburne 1960 , whereas the ability of a normal individual to maintain normal blood glucose over a prolonged fast is well known.
